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For personal use only. Mmoles/ml). Plasma P1 fell 43% from 2.01 ± 0.32 to 1.14 ± 0.1 zmoles/ ml after 6 hr of hemodialysis (Fig.  2) . However, the marked reduction in plasma P, did not result in a change in red cell P,, which was virtually un- changed after dialysis (0.57 ± 0.98 moles/ml) as compared to predialysis content (0.58 ± 0.093 tmoles/ml) (Fig.  2) . Normal red cell P1 was 0.31 ± 0.04
tmoles/ml RBC at a plasma P1 of I .05 j moles/ml. Plasma and red cell H20 was measured in dialysis patients and P, expressed as moles/ml H20.
Prior to dialysis the distribution ratio was 2.62 ± 0.17, whereas at the end of dialysis the ratio was 1.40 ± 0.09 (Fig.   3 ). In each case an inward gradient of P. that is, a distribution ratio >1.0, was present at the termination of dialysis. Red cell ATP was highly correlated (r = 0.81, p < 0.01) with plasma P (Fig. 4L) . The relationship of red cell ATP with plasma P, was curvilinear and reached a plateau at about 2.25 tmoles/ml plasma P1. Red cell 2,3-DPG was not correlated with plasma P, in this sample of 18 chronic renal disease patients (Fig. 4U) 
